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Acute Aortic Defects
MANY PATIENTS who are now being seen in the emergency room with chest pain are being
considered for thrombolytic therapy. Obviously, the administration of thrombolytic therapy,
whether it is streptokinase or tissue plasminogen activator in a patient with aortic dissection
masquerading as a myocardial infarction, has very important implications in terms ofpatient
welfare, as well as medicolegal implications. I suspect we may well see more and more of
these reports, since the message that we are receiving from people very active in this area is
that if we are going to make a significant impact and salvage myocardium during the acute
phase of myocardial infarction, the thrombolytic therapy has to be given very early, and
generally, it is given without catheterization and confirmation ofcoronary occlusion.

Now, the relationship of the site ofpain to the origin of dissection is an important point.
Most proximal dissections will be associated with anterior chest pain. In contrast, patients
with distal dissections, type III dissections versus type I or type II, typically will present
with back pain-posterior pain. Again, though, there is some variability, and the key is to ask
the patient to describe the quality ofpain: it is usually excruciating; it is usually tearing; it is
usually maximal in intensity at outset.

Other less common presenting symptoms include syncope. In patients with dissection
who present with syncope, the mechanism is almost always acute pericardial tamponade,
although, rarely, significant hemorrhage into either the pleural space or the mediastinum will
cause syncope. But syncope means pericardial tamponade. The presence of a pericardial
effusion in a patient with a high probability of dissection is associated with an extremely high
mortality. Roughly 75% of patients with pericardial effusions and dissections are dead
within 24 hours if surgical therapy is not carried out.

Transient ischemic attack (TIA) and stroke, because of branch vessel occlusion; pulse
loss, with or without ischemic pain; and also, congestive heart failure-these patients almost
always have aortic regurgitation.

Finally, painless dissection can occur. It is very rare, and the majority of these patients at
the time of presentation exhibit disturbed consciousness. If they were able to give a history,
whether or not they would complain ofchest pain is not clear in reviewing the history.
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